has been emphasized by some authors and denied by others.
ATTEMPTS to find clinical as well as pathological factors bearing on the prognosis of lung tumours have been for the most part unrewarding (Watson, 1968; Bennet et al., 1969) . General agreement has been reached on the predictive value of nodal involvement, which lowers significantly the survival rate (Nohl, 1960; Hukfll and Stern, 1962; Bergh and Sherste'n, 1965; Nagaishi and Okada, 1968; Goldberg et al., 1970) . The value of other pathological factors like size of the tumour, pleural and/or vascular involvement, histological type, site and/or location of the tumour (Collier et al., 1958; Spjut et al., 1961; Maamies, 1966;  Schottenfield, 1968; Jackman et al., 1969; Bennet et al., 1969; Slack, 1970) has been emphasized by some authors and denied by others.
Higgins and Beebe (1967) found that only 4 or 5 out of 40 both clinical and pathological factors examined carried independent information predictive of cancer-free survival at 36 or 60 months. Midorikawa et al. (1968) found that it was difficult to predict the prognosis of resected lung tumours on the basis of pathological examination.
This disagreement can be in part explained by the limitations of routine pathological examination (Sherwin, 1966) and more generally with the rather rough definition of some of the studied factors. A second point which seems worthwhile considering is that most of these factors have generally been taken into account one at a time. Some factors may likely play a different role in affecting prognosis whether they are or are not related to other factors.
In a recent paper (Campobasso et al., 1970) The survival rates have been calculated by the actuarial method of Berkson and Gage (1950) . The 95% confidence limits of survival rates and the statistical significance of the observed differences have been calculated applying the formula of Greenwood quoted by Denoix (1969) ; a further control of the statistical significance has been made with Fischer's exact probability method comparing the absolute values instead of the corresponding percentages. The significance level has been chosen at 5% (P < 0-05).
RESULTS
Out of 405 tumours, 223 (55-1%) were classified as Pl, 111 (27-4%) as P2, 45 (11-1%) as P3 and 26 (6-4%) as P4. The incidence of lymph node metastasis was 30-3% in the whole series, ranging from 30-6% to 69-2% in the 4 P categories (Table 1 ). The percentage of tumours up to 4 cm. in diameter ranged from 43% in P 1 category to 16 -2 % in P2 category. The difference in the incidence of lymph node metastasis between PI and P2 on one side and P3 and P4 on the other side was statistically significant. The incidence of small tumours in PI was significantly lower than in P2 and P3. There was practically no difference in the incidence of lymph node metastasis between small and large tumours (Table II) .
In the whole series the survival rates at 2 years, 3 years and 5 years were 36-5%, 30-7% and 23-5% respectively (Table III) . Table III reports also the survival rates according to P. These rates decreased inversely to the local extent and were extremely low in P4 tumours; the difference in survival between PI and any other P category was statistically significant the survival rate was nearly the same at any time in P2 and P3 tumours.
Tables IV and V show the survival rates according to nodal involvement and size of the tumour respectively. The differences in survival were statistically significant at 2, 3 and 5 years for both N-versus N+ tumours (P < 0-01) and small versus large tumours (P < 0-001).
The survival patterns by P category and lymph node metastasis, and bv P category and size, are shown in Fig. I (Collier et al., 1957; Bergh and Scherste'n, 1965; Maamies, 1966; Watson, 1968; Kern et al., 1968; Slack, 1970) .
All the 3 pathological factors taken into account, when examined one at a time (Tables 111, IV and V) , carried significant information predictive of post-operative survival. Apparently the size of the tumour was the most important factor in survival as at 5 years, when examined independently from the other factors, small tumours yielded the highest survival rate (38-20%), following tumours confined to the lung (PI, 33-89%), and tumours without nodal involvement (N-, 29-32%). When their relationships were considered, however, a complicated but meaningful pattern of associations and mutual influences was detected among these factors.
The somewhat different meaning and importance of the various factors considered in conjunction with one another need some comment.
As for the local extent there was a direct relationship betweeii P category and both the incidence of node metastasis and the size of the tumour (Table 1 ). The lower incidence of node metastasis in more locally extended tumours is in agreement with the findings of Nohl (1960) , who classified lung tumours in 3 categories of local extent, A, B, and C, roughly corresponding to our PI to P3 categories. In the present series however, the predictive value of local extent was rather independent of the incidence of node metastasis in the different P categories; in fact both N-and N+ tumours (Fig. la, b) showed a survival pattern by P category very similar to that of the whole series (Table 111) , showing a marked difference between PI and P2 and approximately the same survival rates in P2 and P3 categories. The influence of lymph node metastasis was only in that the difference between PI and the other P categories as a whole was statistically significant at any interval in N-tumours (P < 0 -0 1) but only at 2 years and 3 years in N+ tumours (P < 0-05). In P2 category the incidence of lymph node metastasis was somewhat lower than in Pl. The very high percentage of large lesions (83-8%, Table 1 ) among P2 tumours may partly account for their poor prognosis. In small tumours indeed there was some overlapping in survival between Pl and P2 categories at 2 and 3 years and a difference--though not statistically significant -between P2 and P3 tumours at 2 years (Fig. 2a) . In large tumours (Fig. 2b) the survival pattern by P category was quite consistent with that of the whole series (Table 111) . Neither the nodal involvement nor the tumour size, however, were useful for a clear cut difference in prognosis between P2 and P3 tumours. The lack of difference between these 2 categories is not in agreement with the findings of Nohl (1960) and of Bergh and Scherste'n (1965) . The latter authors found a marked difference between their A and B groups and C group of tumours. On the other hand, in oat cell carcinomas Lennox et al. (1968) found the same survival rate in tumours involving the visceral pleura and the chest wall. These discrepancies may partly be due to the different criteria in classifying tumours as well as to the different incidence of pathological factors in the various series. One must consider that the involvement of some structures is probably more dangerous thantheinvolvementofotherstructures. BerghandScherste'n(1965) showedthat the perinodal growth (i.e. the invasion of mediastinal soft tissues) in cases with lymph node metastasis bore very badly on prognosis. On the other hand, extended resection for tumours locally involving the chest wall has been stressed by some surgeons as very valuable for cure, when lymph node metastasis is absent (Grillo et al., 1966; Ramsey and Clifton, 1968) . In the present series 37 out of 45 patients included in P3 category had a 5 year follow-up; of 5 survivors, 4 had been included in P3 category as the tumours had involved the thoracic wall; none had lymph node metastasis. Moreover, Bennet et al. (1969) (Table Vll) . In any case, in N+ tumours there was no statistically significant difference in survival at 5 years amongst the 4 P categories (Fig. lb) . Moreover, nodal involvement clearly affected the predictive value of tumour size, as the survival experience of small tumours was significantly better than that of large ones provided lymph node metastasis was absent (Table VI) .
The size of the tumour showed no relation to the incidence of nodal metastasis (Table 11 ). As has been pointed out elsewhere (Campobasso and Berrino 1970) , this makes it difficult to regard small tumours as early lung tumours as some authors do (Hattori et al., 1965; Nagaishi and Okada, 1968 
